THE patient, a male, aged about 30, in the telephone service. He went out to Persia three years ago, and two years later (in February, 1923) noticed a swelling in the left parotid region. Actinomycosis not being common in Persia, various causes for the swelling were suggested, e.g., mumps, impacted wisdom tooth, osteo-periosteitis from a tooth. A month later the skin broke in several places along the line of the scar now seen on the face, and pus containing the little yellow " grains " was discharged. The diagnosis is not in doubt, but it is open to question as to how the fungus gained entrance.
My experience of the tropics was gained in the Sudan, where actinomycosis (mycetoma) is frequently seen. In cases occurring there the entry is made nearly always through an abrasion in the skin. The patient now shown is quite sure there was no cut, scratch or abrasion on the cheek before the swelling occurred. The gums are sound, the teeth are not under suspicion; there is nothing to point to the tonsil as a possible route for entry. There is a roundish, firm swelling, irregular in outline, in the neighbourhood of Stenson's duct, and it appears to me probable that the infecting fungus found an entrance from the mouth by this route; this swelling has appeared during the past month.
The patient is on potassium iodide by way of treatment; he has been taking for the last three weeks 40 gr. three times a dav. There is no sign of any toxic effect and the swelling has diminished in size.
In the Sudan, where the human skin is not greatly protected by clothes and the feet are not protected by boots, actinomycosis (mycetoma) easily gains entry after the prick of a thorn or through the abrased skin with some foreign body. In England, owing to the protection of clothes the alimentary tract is the usual mode of entry. PATIENT, a surveyor, who after eighteen months' residence in the Cameroons, Calabar, and forest areas in Northern Nigeria, returned to England in July, 1921. He suspected he had had malaria; a blood film taken showed no evidence of this, but an eosinophilia of 8 per cent. was noted. Opportunity to trace the cause was not afforded until his return, after a further eighteen months in Northern Nigeria, three months ago. The eosinophilia now varied between 12 per cent. and 28 per cent. Repeated examinations of many large drops of blood taken at various hours of day and night showed rare embryos of Filariaperstans only. Urine normal; feces, Entamceba coli cysts on two of four examinations. No clinical symptoms and no Calabar swelling. Can the Filaria perstans independently give rise to marked eosinophilia or is there a latent infection with Filaria loa to which he has been exposed ? Bassett-Smith raised this question in 1916. It remains unanswered. Sir Patrick Manson early pointed out the long period of time noted between exposure to infection with Filaria loa and appearance of embryos in the blood. In some recently published cases a much less interval of time has been observed and in one instance an interval of only six months is cited.
Case

DISCUSSION.
Dr. G. C. Low, in commenting on the case, thought the eosinophilia described by Dr. Broughton-Alcock was much more likely to be due to a coincident infection with Filaria loa. Eosinophilia was very slightly if at all increased in Filaria per8tans infections. The fact of there being no Filaria loa in the blood meant nothing, as these parasites often did not appear till very late in the infection. A large eosinophilia was very characteristic of Filaria loa infections.
Dr. P. MANSON-BAHR said he differed from the last speaker in the interpretation to be placed on the eosinophilia count in this case. The increased eosinophilia did not, he thought, indicate the presence of Filaria boa in addition to FKaria per8tan8.
